Toxoplasma gondii is a species of the phylum Apicomplexa. Infection caused by this obligate intracellular parasite is usually transient with mild clinical symptoms. Following mild primary infection, latent Toxoplasma cysts persist in multiple organs, where they may cause local (eg chorioretinitis), or disseminated infection on reactivation. The incidence of toxoplasmosis in an immunocompromised population reflects the prevalence of seropositivity. There is wide geographical variation in the prevalence of seropositivity to T gondii. Symptomatic T gondii infection following stem cell transplantation (SCT) is associated with a mortality rate of 66%. 1 In the US, the rate of toxoplasmosis diagnosis (ante-or post mortem) post-SCT is 0.3%, while in France, an infection rate of 5% has been reported. Serological studies are of little value in making the diagnosis of T. gondii infection following SCT, 2 thus the diagnosis of toxoplasmosis in this patient group poses a significant challenge. The relatively low level of infection in haemopoietic stem cell recipients may be due to the widespread use of co-trimoxazole prophylaxis for Pneumocystis carinii in these patients. 3 Ocular toxoplasmosis in allo-or autograft transplant recipients is usually seen in the presence of widespread infection. 4 In a postmortem study, a combination of polymerase chain reaction (PCR) and immunohistochemistry performed on biopsies of involved organ samples yielded a sensitivity of 90%. We describe a case of retinal and cerebral toxoplasmosis in the absence of widespread disease, following SCT, in which retinal biopsy and PCR provided a definitive diagnosis.
A 33-year-old male, with heavily pre-treated chronic lymphocytic leukaemia (fludarabine and R-CHOP), underwent a sibling allogeneic reduced-intensity SCT in December 2003. The conditioning regimen used was Campath 1H 20 mg intravenously (i.v.) day À8, À7, fludarabine 30 mg/m 2 day À7 to day À3, melphalan 140 mg/m 2 day À2 and G-CSF 10 mg/kg daily from day À4. 5 He received cyclosporine initially and subsequently tacrolimus as prophylaxis against graft-versus-host disease (GvHD). The post transplant course was complicated by life-threatening gastrointestinal haemorrhage on days 7-11 inclusive. He developed acute GvHD of the skin. Methylprednisolone 2 mg/kg was commenced on day 16. Oesophago-gastro-duodenoscopy and colonoscopy performed on day 47 revealed upper gastrointestinal candidiasis and cryptosporidium was identified on colonic biopsies. Histological changes consistent with GvHD were noted. The patient continued to receive high-dose steroid treatment, and was given paromomycin 1.0 g b.d. p.o. for cryptosporidium.
On day 80, he developed headaches. CT of brain and radiograph of sinuses were unremarkable. Fundoscopy revealed ischaemic retinal changes bilaterally, worse on the right side and consistent with resolving infection. PET scan on day 96 revealed increased uptake in the medial occipital lobe region. MRI of brain on day 97 revealed a 3 mm enhancing lesion in the right basal ganglia. Owing to persistent neutropenia, he received a 'top-up' infusion of G-CSF-mobilized peripheral blood stem cells on day 100 (2.26 Â 10 6 /kg) with improvement in neutrophil count. Repeat ophthalmological review revealed visual acuity (VA) 6/9 bilaterally and an increase in the size of the retinal lesions previously noted. Headaches persisted and PCR on cerebrospinal fluid and peripheral blood were negative for CMV, HSV, VZV and Toxoplasma. His vision deteriorated and repeat ophthalmological reviews revealed increasing 'white retinal infiltrates' (Figure 1a) . This case illustrates the difficulty experienced in making a diagnosis of T. gondii infection in a heavily immunosuppressed SCT recipient. Twenty-eight days lapsed from the onset of the first symptom to the confirmation of the diagnosis. Prior to SCT, Toxoplasma serology (IgG, IgM) was negative. An invasive procedure was required to make this diagnosis. In this case, retinal biopsy was preferred to brain biopsy because of the site of the CNS lesion. Histology of the biopsy proved unhelpful and PCR of retinal (vitreous fluid) 6 was diagnostic. 
